While emotional outcome is a critical factor influencing early evolution and late prognosis after stroke, only a few relevant studies have been performed on this subject. The trauma and the individual drama of acute stroke actually start by active injury to the self, although in many cases the patient does not fully recognize this injury as such. There is also an important change in the sensory-motor interactions, both with the internal and external world, and some kind of "modified mental proce ssing", which actually leads to Acute vs-chronic stages Some of the differences between the results of studies that have addressed the problem of poststroke depression may be due to the inclusion of pseudodepressive mood disorders (i.e. emotionalism, catastrophe reaction, pathological crying, apathy, anxiety, loss of psychic self-activation, fatigue) on the label "depression". Another problem is that the classification lumps together the acute and chronic consequences of stroke. For instance mania, or manic-like states, are really acute phase problems, as is catastrophic reaction. On the other hand, depression, by definition, is a chronic manifestation. One of the main issue is that, in contrast to the plethora of studies on poststroke depression several weeks, months or years after stroke, emotion and behavior during the acute stroke phase have received very little attention. tients21. This measurement of behavior may be much closer to the reality, especially in patients with communication problems, for example aphasics, who are often unable to provide an accurate report of their situation, thus compromising the validity of Psychiatric diagnosis of mood disorders.
In our experience in over 300 acute patients, overt sadness is the most common manifestation (72%), followed by disinhibition (56%), lack of adaptation (44%), environmental withdrawal (40%) , crying (27%), anosognosia (24%), passivity (24%) and aggressiveness (11%). Overt sadness is more frequently associated with left (86%) rather than right (61%) hemisphere lesions (P<0.05), and the association is even stronger in case of crying (50% versus 20% ; P=0.02). It is interesting to note that, even in right hemisphere stroke, sadness is not absent by any means. Moreover, anosognosia may coexist with severe sadness, which, at first sight, may seem paradoxical. However, it is obvious that sadness, even leading to depression in some cases, can actually develop in patients who are not really aware of their own condition. Another important issue is to try to link these early behavioral changes with brain tissues changes during the first hours of stroke, which is not easy in humans.
We have bypassed some technical and feasibility difficulties linked to the use of MRI by developing perfusion CT techniques allowing us to determine the mean transit time, cerebral blood flow, and cerebral blood volume according to simple equations. Fig.  1 shows perfusion CT in a patient with severe right hemiparesis and global aphasia with catastrophic reaction. What we are doing using this approach, is to develop maps of tissues (shown in red in Fig. 1 ) that will inevitably undergo infarction, ie, tissues below the threshold for both cerebral blood flow and cerebral blood volume undergo infarction, while tissues below the threshold for cerebral blood flow, but not for cerebral blood volume, approximate to penumbra (shown in green in Fig. 1 ). In this patient, here imaged within 2 hours after stroke the penumbra is still extensive in the speech areas, coexisting with very severe aphasic disturbances. This patient had a rather favorable evolution of aphasia with complete disap- 
